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Background
Inflammatory bowel diseases (IBD) are chronic inflammatory diseases of the gastrointestinal tract, which clinically present as one of two disorders, Crohn's disease (CD) and ulcerative colitis (UC). The CD23 is a multifunctional molecule expressed on various cells. It is know as the low-affinity receptor for the Fc portion of IgE. It expression at the cell surface of phagocytic cells has been associated with the development of many inflammatory processes. The aim of this work was to study the involvement of Th2 (IL-4) and TNF-α in bowel disease pathogenesis through the CD23/NO Pathway in Algerian patients with IBD.
Patients and methods
Twenty Patients with active UC, 15 patients with active CD and 10 healthy controls were enrolled in this study. We investigated in vivo IL-4 and TNF-α production in IBD patients. We also investigated the Th2 markers, TNF-α, CD23 and IgE using transcriptomic analysis. CD23 expression was also evaluated in inflamed colonic mucosa and PBMC using Immunohistochimistry and Western blot respectively. In the same way, we also studied in vitro the induction of nitric oxide production by Cross linking of CD23 by monoclonal antibody in the absence or presence of retinoic acid in cultures of Peripheral blood mononuclear cells (PBMC) and colonic mucosa from patients (CD and UC).
Results
Our results indicate that IL-4/TNF-α production in IBD patients was increased in comparison to healthy donors. Transcriptomic Analysis of Th2 markers, TNF-α, CD23 and IgE revealed that levels of mRNA transcripts of the indicated genes are elevated in all IBD groups. A marked increase CD23 expression was seen in the inflamed colonic mucosa and PBMC from active UC and CD patients. In particular, CD23 expression markedly increased in samples from active UC patients. Our results show that cross linking of CD23 by monoclonal antibody up regulated NO production by PBMC and colonic mucosa. Retinoic acid down regulated the CD23 induced NO production ex vivo for the two groups of patients.
Conclusion
These results suggest that Th2 (IL-4) and TNF-α play a pivotal role in IBD pathogenesis disease through CD23/ nitric oxide pathway. Collectively our study suggests that Retinoic acid seem to be a useful tool for development of therapeutic strategies in IBD. 
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